The cardioprotective effects are triggered by brief, intermittent mechanical 36 dyssynchrony induced by ventricular pacing at normal heart rate in the very early stage 37 of reperfusion (21; 22). This interesting and practical approach was subsequently 38 confirmed and studied in depth by this extended group of investigators (2-5; 19; 23). In 39 the current issue of AJP-Heart, Dr. Fawzi Babiker's group of Kuwait University provides 40 new evidence suggesting a mediator role of the ANG-(1-7)/MAS receptor/nitric oxide 41 pathway in pacing PostC (1) . This study is a logical extension of the works from these 42 experienced investigators in the field of pacing-induced cardioprotection. Their primary 43 salient finding is the identification of a new role for the ANG-(1-7)/MAS receptor in 44
PostC. Despite the fact that cardioprotective effects of ANG-(1-7) have been known for 45 3 over a decade (9; 10), to our best knowledge, this is the first study to link directly the 46 ANG-(1-7)/MAS receptor to cardioprotection by either ischemic preconditioning or 47 PostC (1). These novel findings have broadened our understanding of the mechanisms 48 underlying PostC, since the ANG-(1-7)/MAS receptor has not been considered as a key 49 target for myocardial PostC (17), whereas adenosine and bradykinin receptors are 50 known to mediate ischemic PostC (24). 51
A few concerns about this study include the lack of measurement of "Area at 52
Risk" in determining myocardial infarct size in the rat model of regional I-R. 
